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ABSTRACT

The malabsorption syndrome includes numerous clinical entities accompanied by chronic diarrhoea, abdominal
distension and failure to grow. The malabsorption of micronutrients may also have an effect on the tissues of the
oral cavity. Lesions at this level can be important in detecting and monitoring diseases. The carefully established
case history, family history, serological tests, and interclinical consultation can help give a correct diagnosis in a
timely manner and can help prevent complications in these patients. Oral tissues can also provide a readily
accessible place for Crohn's disease biopsies. Sometimes, the severity or prognosis of the disease can be
monitored by the presence or extent of the manifestations in the oral cavity.
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INTRODUCTION

Malabsorption is an insufficient absorption
of nutrients (1). This may appear due to
congenital defects in the membranous
transport system of the small intestine
epithelium or due to acquired defects of the
surface of the absorption epithelium. Defects
appear during the digestion and absorption of
food nutrients, but also during gastrointestinal
tract infections. The digestion or absorption
of a single component may be affected, as in
the case of lactose intolerance due to lactase
deficiency. In the case of diffuse diseases
such as the coeliac disease or Crohn's disease
affecting the intestine, the absorption of
almost all nutrients is altered. The
malabsorption syndrome includes numerous
clinical entities accompanied by chronic
diarrhoea, abdominal distension and failure to
grow (2). There may also be other signs of
severe malnutrition such as oedema, rickets,
haemorrhaging, ecchymosis or decreased
muscle mass. The malabsorption of
micronutrients may also have an effect on
tissues in the oral cavity (3). Oral lesions can
be important in detecting and monitoring
systemic illnesses. Many times, these lesions
provide information about the changes in the
body's nutritional status. Changes include:
ulcers, nodularities, atrophy, inflammation,
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ecchymosis, hyperesthesia and fibrosis (4, 5).
The best-known causes of malabsorption are:
gluten-induced  enteropathy,  giardiasis,
postenteric malabsorption and, for the
maldigestion / malabsorption category, the
best-known one is the exocrine pancreatic
insufficiency in cystic fibrosis (6).

ORAL MANIFESTATIONS
COELIAC DISEASE

The coeliac disease (CD) is characterized
by malabsorption syndrome associated with
villous atrophy, which is slowly reversible
after excluding gluten from the diet and can
be reproduced after a variable interval from
the reintroduction of gliadin (gluten) (6). The
consumption of gliadin by patients with a
genetic predisposition causes an
immunologically mediated inflammatory
response that affects the intestinal mucosa,
leading to maldigestion and malabsorption of
food nutrients.

CD is one of the most common types of
food intolerance, with the average prevalence
of CD worldwide at 1% (7, 8). In children
between 2.5 and 15 years of age in Europe
and the United States, the prevalence is about
1: 300 up to 1:80 (9). Prevalence in Turkish
children varies from 1 to 8.3% (10, 11).

CD is manifested by a multitude of signs
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and symptoms. The classical form s
characterized by positive serology for CD,
villous atrophy in the small intestine, which
leads to malabsorption, and chronic diarrhoea
accompanied by weight loss. These
symptoms are not always present, as CD is
frequently associated with extra intestinal
manifestations  (osteoporosis,  peripheral
neuropathy, anaemia and infertility). The
untreated CD was also associated with the
presence of neoplasms in the gastrointestinal
tract (12, 13).

Also, the oral cavity and teeth can be
affected in CD. Oral and dental
manifestations reported in the literature are:
enamel defects (enamel hypoplasia), delayed
tooth eruption, bleeding tendency, recurrent
aphthous ulcers, cheilosis, oral lichen planus,
and atrophic glossitis (14, 15). Dental enamel
defects and aphthous ulcers are the most
common oral manifestations in both adults
and children with CD. Recognizing the CD
specific oral lesions may be useful in the
early detection of atypical CD.

Patients with CD have an increased risk of
developing enamel abnormalities, the most
commonly reported one being enamel
hypoplasia. In the case of the temporary
dentition, the most affected teeth are the
second molars, and in the case of the
permanent dentition, the most affected are the
central incisors. Most commonly, enamel
hypoplasia is bilaterally and symmetrically
distributed (16). The enamel defects
associated with CD have been explained by
two etiopathogenic mechanisms:
malabsorption-hypocalcaemia
(hypocalcaemia could be a cause of enamel
defects influencing dental mineralization
during ontogenesis in both the temporary
dentition and the permanent dentition) and
autoimmune response (the antigen produces
an autoimmune response against the enamel
by the release of anti-matrix antibodies) (17).
The more frequent presence of caries in
patients with CD has also been described,
caused by hypoplastic enamel and decreased
salivary flow (17, 18).

Atrophic glossitis and glossodynia are less
common oral manifestations. Dry mouth and
a burning sensation in the tongue have been
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associated with a decrease in the salivary
flow during the active period of the disease
(17).

The alteration of the coagulation by
vitamin K malabsorption in patients with CD
leads to a tendency to bleed (19).

Dermatitis herpetiformis is commonly
associated with CD. Most commonly, lesions
appear in the skin, but some patients may also
have oral manifestations of the disease
(erythematous macules, erosions, ulcers and
vesicles that may affect the oral mucosa or
the tongue) (20).

The treatment of CD consists of a diet
which excludes gluten for the patient’s entire
life. In addition to diet, patients with CD
should pay attention to the composition of
medicines because some capsules, pills or
oral suspensions may contain gluten as
excipient.

ORAL MANIFESTATIONS IN CROHN'S
DISEASE

Crohn's disease is an inflammatory bowel
disease characterized by granulomatous
inflammation that can affect any segment of
the gastrointestinal tract from the mouth to
the anus (21). Crohn's disease is most
commonly manifested by periumbilical
abdominal pain, diarrhoea  sometimes
associated with fever, general malaise, fatigue
and anorexia. Some patients may experience
extra intestinal manifestations involving the
eyes, joints, skin or the oral cavity.

Oral lesions may be present in the case of
up to 80% of patients, and in some cases, they
may  appear before the  digestive
manifestations (22, 23). The oral
manifestations of Crohn's disease appearing
in the form of paving stones are: oedema of
the lips and mucous membranes, perioral
erythema, recurring aphthous stomatitis,
mucogingivitis, gum hyperplasia, persistent
lymphadenopathy, linear ulcerations, angular
cheilitis (18, 19). The thickening of the labial
mucosa or oral mucosa is multifocal, linear,
nodular, polypoid or diffuse. These areas are
rough, painless, pink and feel granular. If
there are ulcers, they can cause pain when
touching and when eating acidic, spicy or
warm foods. Oral ulceration in Crohn's
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disease is usually linear, deep and persistent,
unlike aphthous ulcerations which are
superficial, round or oval and spontaneously
heal in about 7-14 days (20).

Biopsies of oral lesions may confirm the
presence of inflammatory granulomas
specific to Crohn's disease.

The presence of granulomatous lesions in
the oral cavity requires an investigation of the
entire  gastrointestinal tract. The early
diagnosis of the disease leads to better case
management and better prognosis.

ORAL MANIFESTATIONS IN CYSTIC
FIBROSIS

Cystic fibrosis is an autosomal recessive
transmission disease that is manifested in a
multisystemic way, interesting the exocrine
organs (the respiratory, digestive and
reproductive tract of the male sex) (6).

Gastrointestinal symptoms may include:
meconium  ileus,  meteorism,  bowel
obstruction, accelerated intestinal transit,
steatorrhea, recurring abdominal pain,
jaundice,  gastrointestinal ~ haemorrhage.
Respiratory ~ symptoms are  recurring
wheezing, recurring pneumonia, atypical
asthma, exercise dyspnoea, retrosternal pain.
Genito-urinary  symptoms may include:
undescended testicles or hydrocele, delayed
sexual development, amenorrhea.

It has been reported that patients with
cystic fibrosis have abnormal dentition either
as a consequence of the disease itself or as a
consequence of treatment (26).

The defect underlying these symptoms is
encoded at a gene located on chromosome 7,
which encodes the synthesis of a membrane
protein called CFTR (6). The accumulation of
ductile secretions due to the lack of the CFTR
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